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To the Editor: Cozollino and colleagues present a thoughtful
review on vascular calcification (VC) in chronic kidney
disease (CKD) and discuss the evidence supporting a
dominant role for disordered mineral metabolism in the
rapid progression of calcification seen in stage 5 CKD.1
However, the title and the article may lead one to conclude
that either VC is a major problem only in stage 5 CKD or that
disordered mineral metabolism plays a dominant role across
the entire spectrum of CKD. Accumulating evidence suggests
that VC is present in over 90% of diabetics (and is often quite
severe) and 40% of nondiabetics with CKD, long before stage
5 CKD or treatment with calcium-based phosphate binders,
and this appears to be unrelated to disordered mineral
metabolism.2,3 This observation is consistent with the
authors’ observations that phosphorus appears to induce
calcification only when its concentration in the culture media
exceeds 2.0 mmol/l – levels only rarely observed in stage 3 or 4
CKD. Finally, progression of VC is observed among diabetics
with CKD, over a rather short interval, long before stage 5
CKD, and this also appears to be independent of disordered
mineral metabolism.4
Thus, the available evidence suggests that VC begins and is
a significant problem early in CKD, and this is independent
of disordered mineral metabolism. Relatively rapid
progression of VC is demonstrable in nondialyzed diabetic
CKD, the process accelerates with worsening renal function
and disordered mineral metabolism likely assume a domi-
nant role quite late in the course of CKD (probably stage
4 or 5).
1. Cozzolino M, Brancaccio D, Gallieni M, Slatopolsky E. Pathogenesis of
vascular calcification in chronic kidney disease. Kidney Int 2005; 68:
429–436.
2. Mehrotra R, Budoff MJ, Christenson P et al Determinants of coronary artery
calcification in diabetics with and without nephropathy. Kidney Int 2004;
66: 2022–2031.
3. Russo D, Palmiero G, De Blasio AP et al Coronary artery calcification in
patients with CRF not undergoing dialysis. Am J Kidney Dis 2004; 44:
1024–1030.
4. Mehrotra R, Budoff M, Hokanson JE et al Progression of coronary artery
calcification in diabetics with and without chronic kidney disease. Kidney
Int 2005; 68: 1258–1266.
R Mehrotra1,2,3
1Harbor-UCLA Medical Center, Torrance, California, USA; 2Division of
Nephrology and Hypertension, Los Angeles Biomedical Research Institute,
Torrance, California, USA and 3David Geffen School of Medicine at UCLA, Los
Angeles, California, USA
Correspondence: R Mehrotra, Division of Nephrology and Hypertension, Los
Angeles Biomedical Research Institute, 1124 W Carson Street, Torrance,
California 90502, USA. E-mail: rmehrotra@labiomed.org
Kidney International (2006) 69, 194–195 195
l e t t e r t o t h e e d i t o r
